Conditions such as maternal hypertensive disease (1) and congenital syphilis (2) have been shown to cause an unexpected, seemingly paradoxical effect on fetal adre¬ nal steroidogenesis: umbilical cord serum levels of cortisol were normal or increased, but those of dehydro¬ epiandrosterone sulfate (DHEAS) were subnormal in such infants. More over, the infants of women having severe pregnancy-induced hypertension had lower levels of DHEAS than did infants of women having mild pregnancy-induced hypertension (1) . Whether Many investigators consider respiratory acidosis in the newborn to be the result of a transient lack of oxygen due to intrapartum complications (3, 4) . We 3 and pC02, which also were within normal limits for vaginal term deliveries without complications (7) . p02 values in the control group were higher than those in both the acidotic and the normal groups.
As shown in Fig. 1 (22) , that might ordinarily be required for maintaining adrenal androgen production at normal levels. The identity of such substances as well as the mechanisms responsible for alteration in their production in response to stress remain as important unanswered issues in human physiology.
